examination lymphoplasmacytoid cellular in®ltrates were present in the kidneys, pericardium and thoracic and abdominal para-aortic nodes, and the thoracic sympathetic chain and plexus were heavily in®ltrated by lymphomatous cells (Figure 1) ; no in®ltrates were seen in the central nervous system. None of the tissues stained positively for amyloid.
COMMENT
How can we account for this patient's autonomic dysfunction? Direct in®ltration of the adrenal glands has been recorded in angiotropic large cell lymphoma 1 , but here there was no evidence of adrenal dysfunction. Autonomic dysfunction has been described in central nervous system lymphoma 2 , but again this was absent. In a prospective series, Turner et al. 3 found that 16 out of 20 patients with Hodgkin's or non-Hodgkin's lymphoma had symptomless (subclinical) autonomic dysfunction, which they thought was a paraneoplastic phenomenon; drugs such as doxorubicin are associated with cardiac dysautonomia 4 , but autonomic function improved rather than worsened with chemotherapy. Although renal failure per se is associated with autonomic dysfunction 5 it is rarely of such severity nor so rapidly progressive so soon after the start of dialysis.
There was a stable IgM: lambda paraproteinaemia without elevation of plasma viscosity (i.e. it was not Waldenstro Èm's macroglobulinaemia). There was no convincing evidence of POEMS syndrome 6 . In our patient the most likely explanation for the autonomic failure was extensive in®ltration of the thoracic sympathetic chain and plexus and we believe this to be the ®rst such case reported. Whiplash injury is typically a product of sudden extension or¯exion of the unprotected neck in a road traf®c accident. Common symptoms are neck pain, headache and temporomandibular joint pain. Autonomic dysfunction causing vascular disturbance seems to be rare.
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CASE HISTORY
A woman aged 29 reported bilateral neck pain, worse on the left side, with`pins and needles' (paraesthesia) in the left arm. Two hours earlier she had been in the driver's seat of a stationary car, with standard seatbelt across right shoulder, when it was struck on the same side by a slowly moving vehicle. Her seat had a head-rest. There was no intrusion into the driver's compartment and she was able to get out unaided. She never lost consciousness. Air temperature on that day was 8 8C. On examination, pulse was 106 per minute, blood pressure 122/88 mm Hg in the right arm, 146/84 in the left. There was no evidence of head injury and the only local tenderness was in the left supraclavicular fossa (no palpable mass). Carotid, brachial and radial pulses were normal. The striking abnormality was in the left upper limb, the whole of which was dusky in colour. It was warm to touch, not swollen, and there was increased sensory perception. Capillary re®ll in the nail beds was slow (greater than 2 s). Radiographs of the cervical spine and chest showed no abnormalityÐno bony cervical rib, mediastinum not widened. A duplex scan of the neck, supraclavicular fossa and axillae was normal. She was admitted with a working diagnosis of`Raynaud-like phenomenon' and encouraged to have a warm bath, after which her arm became less dusky. She could not tolerate sublingual glyceryl trinitrate (500 mg) because of headache. Nifedipine at an initial dose of 5 mg twice daily, reduced to 5 mg daily because of distressing¯ushing, did not alter the duskiness. Upper limb pulses remained normal and capillary re®ll gradually improved. She was discharged home after two days and the arm gradually returned to normal colour over the next ten days; she declined further investigation.
COMMENT
Our interpretation was that this patient had a form of sympathetic chain dysfunction. There are previous reports of dysfunction of the oculocephalic sympathetic chain after head and neck injury, with autonomic disturbances such as facial hyperhidrosis, blurred vision and pupillary dilatation 1 , but none describes a vascular component such as we saw in our patient. The only demonstration of structural changes in the cervical sympathetic chain following whiplash type injury was in a pig model 2 , the autonomic dysfunction being due to disturbance in the sympathetic ®bres travelling along the external carotid artery.
Other phenomena observed after whiplash injury include spinal accessory nerve palsy with resultant scapular winging 3 and bilateral abducent nerve palsy with associated diplopia 4 .
The sympathetic chain traverses the neck on both sides of the cervical vertebrae, and we cannot say why a traction type injury should disturb this system. The injury might have caused veno-constriction by irritating the sympathetic chain. While some of the presenting features resembled Raynaud's phenomenon she had none of the predisposing factors and no previous history. A thoracic inlet syndrome remains a possibility but she had none of the features on clinical examination or investigation.
